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Lupus nefritis (LN) terkait dengan penebalan membran basal glomerulus. 
Pengendapan kompleks imun memicu kaskade respon inflamasi disertai aktivasi 
reactive oxygen species (ROS), akhirnya terjadi fibrosis yang mendorong 
terjadinya kerusakan ginjal. Interleukin-17adalah sitokin pro-inflamasi kuat yang 
dihasilkan oleh limfosit T teraktivasi. IL-17 dikaitkan dengan kerusakan organ 
imun dalam beberapa penyakit autoimun, kadarnya meningkat dan berkorelasi 
dengan aktivitas SLE.N-Asetil Sistein (NAS) merupakan suatu senyawa dengan 
efek antioksidan dan antiinflamasi, sehingga mampu mencegah terjadinya 
peningkatan ekspresi IL-17 dan fibrosis interstisial. 
Tujuan Penelitian 
Penelitian ini bertujuan untuk mengetahui pengaruh NAS terhadap ekspresi 
IL-17 dan fibrosis interstisial ginjal pada mencit lupus nefritis. 
Metode Penelitian 
Penelitian ini merupakan penelitian eksperimental laboratoris, dengan 
sampel 24 ekor mencit Balb/C betina yang dibagi menjadi kelompok kontrol, LN, 
dan LN+NAS. Untuk membuat model LN, hewan coba diberikan injeksi 0,5 ml 
pristan intraperitoneal dosis tunggal. NAS diberikan secara peroral dengan dosis 
4,7mg/hari (setara dengan dosis manusia 1.800 mg) selamadelapan minggu. 
Mencit kontrol tidak diinokulasi selama penelitian. Ekspresi IL-17 dihitung dari 
100 sel netrofil yang immunoreaktif dengan teknik imunohistokimia dan fibrosis 
interstisial dengan teknik histopatologi. Analisis data menggunakan analysis of 
variance(Anova) dan untuk menentukan perbedaan kemaknaan digunakan 
p<0,05. 
Hasil Penelitian 
Pemberian N-Asetilsistein menurunkan ekspresi IL-17(23,8±14,1 vs 
10,6±6,8 per 100 sel netrofil imunoreaktif; p =0,042) dan menurunkan fibrosis 
interstisial(22,3±5,7 vs 15,5±5,4; p =0,030) dibandingkan kelompok LN. 
Kesimpulan 
Pemberian N-Asetilsistein secara bermakna menurunkan ekspresi IL-17dan 
fibrosis interstisial pada mencit LN. 
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Lupus nephritis (LN) is associated with thickening of the glomerular 
basement membrane. The deposition of immune complexes triggers a cascade of 
inflammatory response with activation of reactive oxygen species (ROS), it finally 
happened fibrosis leads to a kidney damage. Interleukin-17 (IL-17) is a potent 
pro-inflammatory cytokine that is produced by activated T lymphocytes. IL-17 
has been linked to the instigation of immune-mediated organ damage in the 
context of several autoimmune diseases, the levels are increased and correlate 
with SLE activity. N-Acetyl Cysteine (NAS) is a compound with antioxidant and 
anti-inflammatory effects, so as to prevent an increase in expression of IL-17 and 
interstitial fibrosis. 
Objectives 
This studyaimed toanalyze theeffects ofNAS on the expression of IL-17 and 
interstitial fibrosis in mice of lupus nephritis. 
Methods 
This study is an experimental research laboratory, with a sample of 24 
females Balb/C mice were divided into a control group, LN and LN+NAS. To 
create a model LN, experimental animals given intraperitoneal injection of 0.5 ml 
Pristan single dose. NAS administered orally at a dose of 4.7 mg/day (equivalent 
to a human dose of 1,800 mg) for eight weeks. Control mice not inoculated during 
the study. Expression of IL-17 was calculated from 100 neutrophil cells 
immunoreactive with immunohistochemical and interstitial fibrosiswith 
histopathological techniques. One way analysis of variance (Anova) for IL-17 
expression and interstitial fibrosis, and p<0.05 were used to determine the 
significant differences. 
Results 
The provision of NAS decreased the expression of IL-17 (23.8±14.1 vs 
10.6±6.8 per 100 neutrophils immunoreactive cells; p = 0.042) and interstitial 
fibrosis (22.3±5.7 vs 15.5±5.4; p = 0.030) compared to LN group respectively. 
Conclusions 
The provision of NAS significantly decrease the expression of IL-17 and 
interstitial fibrosis in mice LN. 
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BMP-7 :  bone morphogenic protein-7 
DAMP  :  damaged associated moleculer pattern 
DNA  :  deoxyribonucleic acid 
ECM  :  extra celluler matrix 
ICAM  :  intercellular adhesion molecule 
IL  :  interleukin 
IB  :  Inhibitor kappa beta 
LN  :  lupus nefritis 
LES  :  lupus eritematous sistemic 
MMP-9 :  matrix metallopeptidase 9 
NF-κB  :  nuclear factor kappa beta  
NAS  :  n-asetil sistein 
NCF  :  neutrophyl chemotactic factor 
PMN  :  polimorfonuklear 
ROS  :  reactive oxygen spescies 
SLEDAI :  systemic lupus erythematosus disease activity index 
TGF-β1 :  tumor growth factor beta 1 
Th  :  T helper 
TLRs  :  toll like reseptors 
TNF-α  :  tumor necrosis factor alfa 
  
1 
 
 
 
 
 
 
  
